Mouse strains differ from one another in their susceptibility to seizure-induced excitotoxic cell death. Previously, we have demonstrated that mature inbred strains of mice show remarkable genetic differences in susceptibility to the neuropathological consequences of seizures in the kainate model of status epilepticus. At present, while the cellular mechanisms underlying strain-dependent differences in susceptibility remain unclear, some of this variation is assumed to have a genetic basis. However, it remains unclear whether strain differences in susceptibility to seizure-induced cell death observed following kainate administration are observed following systemic administration of other chemoconvulsants. In rodents, the cholinomimetic convulsant pilocarpine is widely used to induce status epilepticus (SE), followed by hippocampal damage and spontaneous recurrent seizures, resembling temporal lobe epilepsy. This model has initially been described in rats, but is increasingly used in mice. We characterized neuronal pathologies after pilocarpine-induced status epilepticus (SE) in eight inbred strains of mice focusing on the hippocampus. A ramping-up dose protocol for pilocarpine was used and behavior was monitored for 4-5 h. While we did not observe any significant differences in seizure latency or duration to pilocarpine among the inbred strains, we did observe a significant difference in susceptibility to the neuropathological consequences of pilocarpine-induced SE. Of the eight genetically diverse mouse strains screened for pilocarpine-induced status, BALB/cJ and BALB/cByJ were the only two strains that were resistant to the neuropathological consequences of seizure-induced cell death. Additional studies of these murine strains may be useful for investigating genetic influences on pilocarpineinduced status epilepticus.
Introduction
Genetic factors have been suggested to play an important role in seizure disorders. A significant genetic component has been found in predisposition to a wide variety of epilepsies (Berkovic et al., 2006; Macdonald et al., 2010; Scheffer and Berkovic, 2010) . However, despite being the subject of enormous research efforts, genetic influences and their effects on the etiology of temporal lobe epilepsy (TLE) are not yet fully understood. This is in part due to the complexity associated with myriad genetic and environmental factors in human populations. As an alternative approach, rodents provide important model systems for studying the pathophysiology of status epilepticus (Majores et al., 2007; Müller et al., 2009b; Williams et al., 2007) . Of considerable value in this regard are isogenic inbred mouse strains.
Comparison of different mouse strains can provide valuable information about the importance of genetic background in behavioral and pharmacodynamic phenotypes (Jacobson and Cryan, 2005) . Although there are no known inbred strains that spontaneously develop status, researchers have used induced models of status in experimental animals such as mice. In particular, selected lines and inbred strains of mice with a divergence in susceptibility represent valuable tools to dissect the genetic components of seizure-induced cell death.
A great variety of animal models of seizures and epilepsy has played and still play a major role in unraveling the pathophysiology of human epilepsies (Kharatishvili et al., 2006) . In general, animal models reproduce several components of human epilepsies. They are used to study the mechanisms underlying seizures and the neuropathological consequences resulting from seizures. Typically, rodents are used to conduct these epilepsy studies and the type of rodent strain used seems crucial. Studies in inbred murine strains in particular, have yielded considerable information regarding genetic influences on both seizure susceptibility and its neuropathological consequences (Ferraro et al., 2004 (Ferraro et al., , 2007 Kong et al., 2008; Mazarati et al., 2004; Schauwecker, 2010; Weinshenker et al., 2001) . Previously, we demonstrated that administration of the chemoconvulsant, kainic acid, results in significantly different extents of hippocampal neurodegeneration among inbred mouse strains (Schauwecker and Steward, 1997) . Interestingly, the duration or severity of seizure activity in response to kainic acid (KA) is not predictive of subsequent hippocampal cell death. Resistant strains show no evidence of degeneration or cell damage until doses at or exceeding the LD 90 are administered 
